The pertinent features of lingual ischaemia and necrosis are detailed in the following case report. Early recognition of the entity and appropriate medical management enhance the likelihood of satisfactory resolution.
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Case report A 91-year-old bedridden female nursing home inhabitant with marked senile dementia had the sudden onset of a markedly swollen tongue. No other history was available. Her medications included chlorpromazine (Thorazine) and prochlorperazine (Compazine).
On initial physical examination, the tongue protruded 5 cm beyond the lips and was cyanotic in appearance ( Figure 1 ). The vital signs were unremarkable with the exception of a respiratory rate of 40. A partial upper respiratory tract obstruction was relieved by a nasopharyngeal tube, and her respiratory rate decreased to 24.
It was elected in this patient to provide supportive medical measures only. Haematological studies revealed a BUN of 28 mg/100 ml and blood sugar of 220 mg/100 ml. The protime, partial thromboplastin time, and platelets were normal. The lactate dehydrogenase was 134 U. Intravenous dexamethasone (Decadron) was the cornerstone of medical management for two weeks. Steroids were employed to decrease the oedema and to cover the contingency of an underlying vasculitis as an aetiologic factor. In the first five days, there were apparent signs of demarcation of the tip and lateral margins of the anterior one-third of the tongue. Ultimately, only a superficial slough occurred, and the swelling had completely resolved by the fourteenth day.
Discussion
Infarction can be defined as an area of necrosis associated with a diminution in blood flow to the affected area. Often the offending vessel is part of the arteriolar tree, but occlusion of a draining vein can account for a similar histological picture. If there is more than a single vessel supplying the region, haemorrhagic changes may result. Diseased vessels have an increased susceptibility to sudden occlusion, and the region supplied by these malfunctioning vessels is less likely to recover from the effects of anoxia.
'Accepted 14 September 1983 The tongue, which is an organ known for its excellent blood supply, is not often considered as being susceptible to claudication, anoxia, or infarction. Ischaemic necrosis of the tongue has been documented in sporadic case reports (Grahame et al. 1968 , Nissen 1961 . Early symptoms of lingual vascular aberrations include claudication and intermittent blanching. Although masticatory angina may occur, it is rare. Swelling and necrosis are usually later developments.
Histopathologically, evidence has been presented showing a relationship between temporal arteritis and compromised lingual arterioles. Giant cell arteritis of the lingual vessels has been associated with necrotic lesions of the tongue. Ergotamine has been linked aetiologically to tongue necrosis in a patient with temporal arteritis who was previously asymptomatic until the administration of ergotamine (Wolpaw et al. 1973 ).
An increased incidence of lingual ischemia has recently been noted in colder climates (Dreizen et al. 1971) .
Experimentally, rabbits fed an atherogenic diet for two to six months showed collections of foam cells in the intima of large, medium, and smallcalibre arteries in the oral cavity. Lumens of many smaller vessels were almost completely occluded (Dreizen et al. 1971) . This experimental work raises many interesting possibilities regarding tongue infarction in humans.
Once tongue ischaemia is diagnosed, treatment should be based upon biopsy information. Associated symptomatology can often direct the physician to the appropriate vessel for biopsy. Steroids have proved their worth in the management of tongue ischaemia caused by underlying vasculitis. The appearance of multiple seborrhoeic keratoses in association with malignancy was first described in the 19th century by Edmund Leser and Ulysse Trelat (1828-1890) and since then has been known as the sign of Leser-Trelat. In 1891 Pollitzer described the first association of acanthosis nigricans with a carcinoma, and also mentioned that the patient had multiple warty growths. Since that time, there have been numerous reports of 'eruptive' seborrhoeic warts in association with malignancy. We report a case in association with adenocarcinoma of the stomach.
Case report
Four weeks prior to presentation, DM, a 50-yearold man, developed widespread pruritic lesions on the trunk and limbs. He also admitted to a one-stone (6.3 kg) loss in weight and mild dysphagia. On examination, he was a well nourished man with no clinical signs of recent weight loss. There were numerous cutaneous papillomata approximately 2-3 mm in diameter widely distributed on the trunk and limbs, but most numerous over the axillae and groins, the dorsum of the wrists and hands, and on the medial aspects of the thighs. The lesions had a warty texture and histology revealed acanthosis and papillomatosis consistent with seborrhoeic warts, but no horn cysts. Electron microscopy did not reveal any virus particles.
In view of the known association of this syndrome with internal malignancy, the patient was referred to the Gastroenterology Department: the first investigation, a gastroscopy, revealed a tumour obstructing the lower end of the oesophagus. Human growth hormone (HGH), measured by radioimmunoassay, showed normal resting levels and vosoactive intestinal peptide, pancreatic polypeptide glucagon and somatostatin levels (Professor S Bloom, Hammersmith Hospital) were normal. Urinary epidermal growth factor was normal (Dr D Gregory, ICI Alderley Edge).
Laparotomy (Mr J Pendower) revealed an upper gastric carcinoma with local lymph node involvement but no distant metastases. An oesophagogastrectomy was performed, and histology of the lesion showed a poorly differentiated adenocarcinoma of the stomach. The pruritus improved immediately after. surgery and the warts began to regress, but approximately two months later the pruritus returned and larger warts developed, this time involving the neck, ears, eyelids and face. He also developed a warty confluent acanthosis in both axillae suggestive of early acanthosis nigricans. Treatment was attempted with oral cyproheptadine 4 mg three times daily, but this was discontinued after 48 hours due to dizziness and nausea.
The pruritus has persisted and new papillomata have continued to erupt, but otherwise the patient remains well. The addition of etretinate 50 mg daily by mouth has not affected the progression of the seborrhoeic warts.
Discussion
Many authors have noted that the sign of Leser-Trelata rapid increase in the number and size of seborrhoeic keratoses with pruritusis a cutaneous manifestation of internal malignancy (Ronchese 1965) . Danzig (1973) reviewed 9 reports of patients with this sign and noted that 5 had acanthosis nigricans; and Sneddon & Roberts (1962) , reporting a case in association with carcinoma of the stomach, considered that eruptive seborrhoeic keratosis represented an incomplete form of acanthosis nigricans. The present case had all the classical features of the sign of Leser-Trelat, with pruritus a particularly prominent symptom. The late development of acanthosis nigricans in this man suggests that the eruptive seborrhoeic warts and acanthosis nigricans may have a common pathogenesis.
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